A 35-year-old man presented 7 days after ingestion of lye with symptoms of complete dysphagia, odynophagia, drooling of saliva, and cough. He had taken lye in a fit of rage, and this was followed by the onset of these symptoms. He had tachypnea, tachycardia, and bilateral crackles in the chest. He was referred to us for insertion of a nasojejunal tube for enteral feeding. Upper gastrointestinal endoscopy revealed complete necrosis of the anterior wall of the upper esophagus and the posterior tracheal wall and both the bronchi were visualized from the esophagus (• " Fig. 1 and • " Fig. 2 ). The lower esopha-gus was completely necrosed and no definite opening into the stomach could be identified (• " Fig. 3 ). Subsequent computed tomography (CT) of the chest confirmed communication between the trachea and esophagus at the level of the carina (• " Fig. 4 ). The patient was subsequently scheduled to undergo a feeding jejunostomy but developed pneumonia and succumbed to progressive sepsis. Ingestion of corrosives is a common cause of esophagogastric injury. It may result in varying degrees of esophageal damage ranging from erythema, edema of the mucosa, ulceration, hemorrhage, and varying degrees of necrosis to transmural necrosis resulting in perforation. However complete necrosis of the esophagus and the trachea is unusual. Since alkalis are odourless and tasteless they may be ingested in larger amounts than acids and the resulting liquefactive necrosis results in a higher degree of esophageal injury [1] . A previous report has described a similar injury that was visualized on bronchoscopy done for evaluation of hemoptysis, at 1 week after ingestion of an unknown caustic substance [2] . Esophageal perforation can occur at an early stage but is usually apparent a few days after ingestion. Full-thickness necrosis of the esophagus portends a dismal prognosis and warrants surgical management [1] . 
